Our knowledge of the pathology of poliomyelitis has been greatly increased since the work of Landsteiner and Popper (1909) , wTho first succeeded in transmitting the disease to monkeys. This work was confirmed by Flexner and others who first practised intra-cerebral inoculation, now the standard method of transmitting the disease. At present, so far as is known, the monkey is the only susceptible laboratory animal, and accordingly there are certain difficulties, financially and otherwise, in carrying out experimental work in the disease. The virus of poliomyelitis is filtrable, and from infected tissues certain minute bodies have been recovered?the so-called globoid bodies?which appear to be associated with the disease, though from recent work (Amoss, 1928) it is doubtful whether they represent the actual virus in visible form. The disease is essentially a polio-encephalo-myelitis. In fatal human cases the inflammatory changes are usually much more severe in the spinal cord than in the brain, though by no means absent in the latter situation.
Destructive It has been shown by Hurst (1929) (1930) observed in the monkey that after intra-cerebral inoculation into one hemisphere the first symptoms usually appear either in both legs simultaneously, or, if one limb is affected before the other, it is always the leg on the opposite side from that into which the inoculation was given. In a large series of experiments they repeatedly found that the cerebro-spinal fluid was not infective for other monkeys, and by killing animals at intervals after inoculation, they traced the spread of the virus through the substance of the nervous system. For example, after inoculation into the left cerebral hemisphere virus could subsequently be recovered first from the optic thalamus of the same side, then from the homolateral mid-brain, and later from the cord and from the thalamus and hemisphere of the opposite side.
When intranasal inoculation was practised it was found that the virus appeared first in the olfactory lobe on the same side, and that histological evidence of the disease was found in the basal cortex and homolateral cornu ammonis. It is noteworthy that such changes are invariably absent from these regions in monkeys infected by inoculation into the upper part of a cerebral hemisphere. Hurst (1930) has also shown that when inoculation of virus was made into the sciatic nerve, symptoms appeared first on the side of inoculation after a very much shorter incubation period than after intra-cerebral inoculation and before any signs of constitutional disease, e.g., high temperature, tremors, &c., appeared.
Following intrasciatic inoculation virus was subsequently recoverable first from the lumbar enlargement of the cord, and next in chronological order from the leg area of the motor cortex of the opposite side. Only later was virus recoverable from the cervical cord and hemisphere on the same side. From these observations Fairbrother and Hurst (1930) concluded that the evidence pointed to a spread of virus along the nerve fibres, and that the meningeal and vascular reaction was chiefly secondary to the localization of virus in the nerve cells. (Goodpasture, 19*25) ; this pathway has long been known to be concerned also in the absorption of tetanus toxin.
Further and almost conclusive proof of the spread of poliomyelitis virus along nerve fibres, rather than by the cerebro-spinal fluid or meninges, is found in the observation of Hurst (1930) 
